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The influence of RNAi on expression of GALNT7 to malignancy behaviours of cervical cancer cells
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[Abstract] Objective To investigate the influence of polypeptide N—acetylgalactosaminyltransferase
7 (GALNT7) gene to growth, invasiveness and migration of cervical cancer cells. Methods GALNT7 gene
was silenced by RNA interference, took non—specificity sequence pSilencer 2.1 as negative control. After
transfection of cervical cancer cells (HeLa and C33A cells), Western Blot was used to detect protein expres-
sion of GALNT7 gene, the growth ability was detected by MTT assay, the ability to form colonies was evaluated
by the colony formation assay, the invasion and migration ability were detected by matrigel invasion assay. Re-
sults In experimental group the protein expression of GALNT7 was decreased significantly than that of control
group, and the differences all had statistical significance (Pall< 0.05). MTT assay revealed that cell growth was
inhibited, the inhibitory rates were decreased by19% in Hel.a cells and 22% in C33A cells, and compared
with control group, the differences all had statistical significance (Pall< 0.05). The ability to form colonies in
experimental group were inhibited by 56% in HeLa cells and 52% in C33A cells than that of control group, and
the differences all had statistical significance (Pall< 0.05). In experimental group, the inhibitory rates on inva-
sion were decreased by 48% in Hela cells and 54% in C33A cells, and the inhibitory rate on migration was
decreased by 30% in Hela cells, and compared with control group, the differences all had statistical signifi-
cance (Pall< 0.05). Conclusion RNAi mediated GALNT7 down-regulation can inhibit the growth, invasion
and migration of cervical cancer, and can be an important target to cervical cancer gene—therapies.

[Key words] Cervical cancer cell; Polypeptide N—acetylgalactosaminyltransferase 7; RNA interfer-
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WO B 5%BERE TRy i = iR BT A 2 h, TS R E
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C33A 4t & T 1.5 ml EP &b, DL .4 125
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SR () M A 3 AR AR 24 3L B A B ) AR R &
A L ALFE S U TE N LA g 7 L
PR, HRTE AT £iE H RNAD 8 ARG ORE
PEIDIRE B ARIE S % TR S0 e M sk i E
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T R A SCRIFFE A MTT S250 05 32, A6 0 21 g
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R THAEE EEEN, A LR R A
R ARIC 4 ., AN, GALNT3 A] A > &% iz dea vl 52 1932
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